Abstract. Endoscopic findings associated with gastric ischemia include friable gastric mucosa, irregular ulceration, petechiae and purpura. The etiology of gastric ischemia includes shock, sepsis, thrombosis, embolism and vasculitis. Henoch-Schönlein purpura (HSP) is a leukocytoclastic vasculitis that affects small vessels in the skin, kidney and gastrointestinal (GI) tract. Rapid progression of HSP manifested with acute gastric mucosal bleeding has been rarely reported. The present case study reports on a patient who had undergone endoscopic variceal ligation for esophageal varix bleeding and the gastric mucosa exhibited no evidence of HSP. After 9 days, reexamination using endoscopy to check for new-onset hematemesis revealed massive necrosis in the gastric mucosa, friable mucosal tissue and acute ischemic GI bleeding. The patient was treated with corticosteroid injections for 7 days, which caused a marked regression of the hemorrhagic gastric mucosa. The present case study reported on this patient with acute GI bleeding caused by HSP who was successfully treated with corticosteroids.
Introduction
Henoch-Schönlein purpura (HSP) is a type of leukocytoclastic vasculitis that affects small vessels of the skin, kidney and gastrointestinal (GI) tract. The classic triad of HSP symptoms includes purpura, arthritis and abdominal pain (1) . Deposition of immune cells causes mucosal ischemia in the affected organs (2) . The GI tract is involved in 50-60% of patients (3) . Colicky abdominal pain, vomiting and GI bleeding are the predominant features of GI involvement. Although GI bleeding is usually occult, 30% of patients have melena or hematochezia (1) . However, the rapid progression of GI bleeding within several days associated with HSP has rarely been reported (4) . Although the endoscopic diagnosis of HSP is challenging, the diagnosis should be made early to prevent a poor or fatal outcome. Corticosteroids are the first-line treatment for GI bleeding complicated by HSP and have a favorable treatment efficacy (5, 6) .
The present study reports on a rare case of acute exacerbation of HSP manifested as massive gastric mucosal damage. The patient returned for examination for ischemic GI bleeding 9 days after endoscopic variceal ligation (EVL) for esophageal varix bleeding and exhibited no evidence of HSP in the gastric mucosa. Reexamination using endoscopy to check for new-onset hematemesis, performed on the day of readmission, revealed massive submucosal hemorrhage and purpura in the gastric mucosa and multiple ulcers in the duodenum that caused acute ischemic GI bleeding. After through consideration corticosteroid was used with close monitoring, as in cases of misdiagnosis, its use may aggravate GI diseaes and thereby lead to a fatal outcome. However, this patient exhibited a favorable response to corticosteroid.
Case report
A 42-year-old male with diabetes and alcoholic liver cirrhosis visited Incheon St. Mary's Hospital (Incheon, Korea) with complaints of nausea, abdominal pain and hematemesis. The patient's initial vital signs were as follows: Blood pressure, 90/60 mmHg; pulse rate, 115/min; and body temperature, 37.2˚C. The patient's abdomen was distended and veins were visible. Multiple petechiae were present on the hands and lower legs, which had developed 8 months previously (Fig. 1) . The laboratory results were as follows: Hemoglobin, 11.1 g/dl (normal range, 13-18 g/dl); platelet count, 137x10 received EVL for the treatment of esophageal varix bleeding and was discharged 4 days after the EVL. During the previous admission, skin biopsies of the patient's lower leg and renal biopsy were performed for the diagnosis of vasculitis. At the time of EVL, mucosal edema and hyperemia were noted in the stomach corpus. However, there was no definite evidence of bleeding in the gastric mucosa. At this admission (9 days after EVL), a reexamination of the patient using esophagogastroduodenoscopy (EGD) revealed a post-EVL ulcer in the lower esophagus without evidence of acute variceal bleeding. However, the gastric mucosa was friable and covered with severe petechiae and purpura (Fig. 2 ). Multiple ulcers with diffuse, multifocal blood oozing were also observed in the stomach and duodenal bulb. Forceps biopsies were obtained from the duodenal ulcer and the purpura in the stomach corpus. The endoscopic findings were compatible with severe gastric ischemia. Pharmacological treatment with a broad-spectrum antibiotic and proton pump inhibitor with a coating agent were initiated. The serum creatinine concentration decreased to 1.6 mg/dl at 1 day after admission. Abdominal computed tomography (CT) revealed a large volume of ascites and venous engorgement near the esophagus. The CT scan revealed no occlusion of major vessels or bowel target signs (Fig. 3) . Even after 4 days of general treatment for the gastric ulcer, melena and abdominal pain remained. The second EGD revealed broad mucosal friability, purpura and blood oozing from the proximal antrum to the cardium. The serum IgA concentration was 828.0 mg/dl (normal range, 70-400 mg/dl). Testing for antinuclear antibody, antimitochondrial antibody, antiglomerular basement membrane antibody and antineutrophil cytoplasmic antibodies were negative.
Regarding the diagnosis, it was indicated that the GI bleeding was associated with HSP after exclusion of vessel occlusion and infectious causes. Intravenous methylprednisolone was administered at a dose of 1 mg/kg once daily. At one day after the start of the corticosteroid therapy, the patient's abdominal pain was slightly improved. A follow-up EGD at 1 week after the initiation of corticosteroid treatment revealed marked regression of the petechiae and purpura. The duodenal ulcer was completely healed (Fig. 4) . The laboratory results on the day of the follow-up EGD were as follows: Hemoglobin, 12.4 g/dl; platelet count, 196x10 9 /l; white blood cell count, 16,210/mm 3 ; C-reactive protein, 2.2 mg/dl; albumin, 3.6 g/dl; and creatinine, 1.3 mg/dl. The antibiotic treatment was stopped. The patient was discharged from hospital on day 9 and given oral prednisone and a proton pump inhibitor. Analysis of a biopsy specimen of the skin lesion indicated leukoclastic vasculitis; however, analysis of an endoscopic biopsy specimen did not provide any evidence of leukoclastic vasculitis. Helicobacter pylori was not detected on Giemsa staining. The results of the renal biopsy were compatible with diabetic nephropathy and leukoclastic vasculitis was not diagnosed.
Discussion
The present study reported on a case with rapid progression of HSP, which presented as acute ischemic GI bleeding. To the best of our knowledge, this is the first case report of acute exacerbation of HSP manifested as massive gastric mucosal damage. The patient had received EVL and the gastric mucosa exhibited no evidence of bleeding at that time. At 9 days after EVL, the newly developed gastric mucosal damage and skin purpura were compatible with the diagnosis of HSP. The decision to administer corticosteroid was made after thorough consideration, because an analysis of endoscopic biopsy specimen did not provide any evidence of leukoclastic vasculitis. The initial EGD exhibited friable gastric mucosa, irregular ulceration, petechiae and purpura in the entire stomach. These endoscopic findings are common in patients with gastric ischemia (7) . The etiology of gastric ischemia includes shock, sepsis, thrombosis, embolism and vasculitis (7) . The gastric mucosa did not exhibit any evidence of bleeding at the time of the previous EGD 9 days previously, so the gastric ischemic must have developed rapidly. The entire gastric mucosa was inflamed, and major vessel occlusion and infectious origin were first ruled out. The side effects of corticosteroid use include opportunistic infections and vessel constriction, which may exacerbate gastric ischemia from causes other than HSP.
Endoscopic findings associated with HSP include redness, swelling, petechiae, submucosal hemorrhage, purpura, erosions and ulceration (3, 8) . The small intestine, particularly the second portion of the duodenum, is the most frequently involved site (8) . As the diagnostic yield of the endoscopic biopsy is low, the diagnosis of GI involvement of HSP depends on endoscopic findings and clinical features (9) . Although the patient's skin biopsy exhibited leukoclastic vasculitis, analysis of the endoscopic biopsies of the duodenum and stomach was insufficient for a diagnosis of vasculitis.
Systemic corticosteroid is used to treat various diseases, including allergic disease (asthma, atopic dermatitis, and interstitial lung disease), hematologic diseases (lymphoma, leukemia and multiple myeloma), immunologic disorders (systemic lupus erythematosus and rheumatoid arthritis) and GI disease (inflammatory bowel disease and autoimmune hepatitis) (10) . Corticosteroid is also the first-line treatment for HSP (6) . However, the response to corticosteroid depends on the site of involvement. Corticosteroid is effective for abdominal pain, the most common GI manifestation (11) . Common GI manifestations of HSP are postprandial abdominal pain, nausea, vomiting and GI bleeding. Although hematemesis has been rarely reported, the treatment efficacy of corticosteroid for GI bleeding is favorable (5) . In the present case, the patient's abdominal pain improved and there was no further bleeding after administration of corticosteroid. The patient did not undergo hemostasis for GI bleeding. At one week after corticosteroid treatment, the follow-up EGD revealed marked improvement in the petechiae and purpura in the stomach and the duodenal ulcer was completely healed.
In conclusion, the present study reported on a rare case of acute exacerbation and rapid recovery of HSP manifested as massive gastric mucosal damage. This case exhibited a favorable response to corticosteroid used to treat the rapid progression of massive gastric mucosal damage complicated by HSP. 
